Background : Reactive oxygen species (ROS) take center stage as executers in ventilator-induced lung injury (VILI). The protein with DNA-damage scanning activity, poly (ADP-ribose) polymerase-1 (PARP1), signals DNA rupture and participates in base-excision repair. Paradoxically,overactivation of PARP1 in response to massive genotoxic injury such
Poly(ADP-ribose) polymerase-1 (PARP1)은 정상 적으로 DNA 복구와 유전자 보전 (genomic integrity) 에 관련된 세포핵 내 단백질로 [7] [8] [9] [10] [11] , DNA 파열을 신호 하고 base-excision repair에 관여한다 12, 13 . hemorrhage, and interstitial edema in the VILI group. In the LPV group, significant acute lung injury was absent and only mild inflammatory cellular infiltration was observed. The PJ34+VILI group shows a moderately higher level of inflammatory cell infiltration and congestion than the LPV group, while the overall degree of lung injury was significantly lower than the VILI group (hematoxylin eosin stain). Sham: sham group, LPV: lung protective ventilation group, VILI: ventilator-induced lung injury group, PJ34+VILI: poly(ADP-ribose) polymerase-1 inhibitor (PJ34)+VILI group polymerase-1 (PARP1) activity were stained as dark black color. In the VILI group, the number of cells with PARP1 activity enormously increased compared with the sham or LPV groups. After PARP1 inhibitor, PJ34, pretreatment, the PARP1 activity positive cells significantly decreased in the PJ34+VILI group. Sham: sham group, LPV: lung protective ventilation group, VILI: ventilator-induced lung injury group, PJ34+VILI: poly(ADP-ribose) polymerase-1 inhibitor (PJ34)+VILI group 참 고 문 헌 
